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HE: WOHIEE BAHRBEERFA2 (Lp-PLA2). &5 5% SRAE [ B IR S (STIRI)FE & v & RIS KF
FERRE . T PANTREKERF3136EE, 5 AR RA226H)MIER LIRH (876]). Hk
P 4HLp-PLA2. SIIRIKF, K £ F & LogisticE B 17 & LR P HE R . 45 R W LIR 4 Lp-PLA2
7K¥A4246.32 (193.80,297.50) ng/mL, SIRIZKFR317.23 (178.73,601.30), W EEFTIER LKA
[201.25 (153.61, 260.49) ng/mL. 217.95 (101.47, 314.11)] (P < 0.001). % F XLogistic[HH &R,
Lp-PLA2 (OR = 1.008, P = 0.004). SIIRI (OR = 1.145, P = 0.022)& & LR KM ERMEER. 4ie: Lp-
PLA2RISIIRIE R i B EH EEA R, B RAMLERER, TEAEOCRBEREBERR.
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Abstract

Objective: To investigate the expression levels and clinical significance of lipoprotein-associated
phospholipase A2 (Lp-PLA2) and systemic immune-inflammatory response index (SIIRI) in patients
with coronary heart disease (CHD). Methods: A total of 313 patients undergoing coronary angi-
ography were enrolled and divided into the CHD group (226 cases) and the non-CHD group (87
cases). The levels of Lp-PLA2 and SIIRI were compared between the two groups, and multivariate
Logistic regression was used to analyze the independent influencing factors of CHD. Results: The
levels of Lp-PLA2 and SIIRI in the CHD group were 246.32 (193.80, 297.50) ng/mL and 317.23
(178.73, 601.30), respectively, which were significantly higher than those in the non-CHD group
[201.25 (153.61, 260.49) ng/mL and 217.95 (101.47, 314.11), respectively] (P < 0.001). Multivariate
Logistic regression showed that Lp-PLA2 (OR = 1.008, P = 0.004) and SIIRI (OR = 1.145, P = 0.022)
were independent risk factors for CHD. Conclusion: Lp-PLA2 and SIIRI are significantly elevated in
patients with CHD and are independent risk factors for CHD, which can be used as potential indica-
tors for CHD screening.
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ek Lo 2 A BRV ) S B T AR e 1) 2 R 22—, PR g N S R il BRI A e & AR
o MR A BRI SR FE 2021 AR, 1990 4R 25 2021 4FIA), ABREME COMERHR B EE N T 127%,
IEE) 2.54 40, RAEFRARUEN IR A BT T B, B4l e 2 b 2 1 e O B 1 T 31
WRVE[ 1] VB Rrh O MR E B R —, e OB AR 1139 75, HBEE A Rkt REn
P, IR RANAERFELE S (2] 0 e Lo I s BEIE A S KR FE AL, 1T 28RE SN B3 28 Tl Kok FEAE AL R AR
RIS R —— MR KLU B BE e . AfeE TR, 350 KA N R 2 53], B
KU, el RS I BEARIE S5 S5 I (R 2ORE IS IR B S B AR AL ik g, (RANAE
TX A IR 2R ME DA SE A RN A) (8 22 S (4] IR, SHRAETE ML SRS W R AE AR B, X T
o9 R S SRR AT RS 2 2 A B . AR, IRy M SORE AR E W AR B A S B RS A2 (Lipo-
protein-associated phospholipase A2, Lp-PLA2) 5|2 1 ]2 4 . Lp-PLA2 3= %L i 5 Wk 4H i Atk B2 40 i 53 4
TE K FEREAL DS N iy BE ik, sl /K SR FE AR S 1 P AR AR R AT, 0 DR H = 50 4 i e B 5
EFEBEHAFEE 5] [6]0 SULFINE, 4 B M A S RORERS L H i Z BN EHE A . 45 5% 20E I LR 5L
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(Systemic immune inflammatory response index, SIIRI) & —/M&& 7 M/ H kg0 B 40 BRIk 2
R THECR A RS, TR F T VP A e o0 R IR SORE BT 5 TR AR 7]0 AR 5T 38 I 4510 HE i
i, RPHMIE Lp-PLA2 5 SIIRI 785605 J A K A2 Wi E DU 5O 1) v e N O
A SR AR AR SR -

2. EREF®
2.1. AFEIIR

HELENIE 2024 4F 7 A& 2025 45 12 HRIWT S Co T 4 52 o A Sk i Hot PR B O R Bt 42252 et
RBNIKIE AT 1) 313 B B EAE AT G . ARYE R4 R T B AT 4, e O (n=226) JE
A (n=87). PAINARAE: (1) FT A BF AR IAEIEIT 22 CAG i B CAG f &I 563 Lp-PLA2
K. (2) WGIRBERLTEEE . HEBRARAE: (1) BRAEMIZIEOREE ;s (2) AAAE RSN ki 525 TOiE 1) 2 s
(3) GIFEEOERT . B OENEHE; @) AT ERERENEE, O) EEMBARS. RE
RGN DL S IR R 1 B

22, ik

LR RGWEERTA BB AT R, (1) NDSRET R PR e, S, RE. Sk
JREFRE(BMI). W O RS BRI . (2) SERE AR MRZEE BUN). JULEF
(Ser). WRAREILFEHESIF(ALT). KITARAREIEHFZIHAST). SHEEA(TC). Hl=E(TG). K% ENR
A NEEEE(LDL-C). &% FE 5 2 A JH[E B2 (HDL-C). [H41(WBC). ZL41H8(RBC). MZLE H(Hb). /MR
(PIt). FPHERIZHMI(Neu). WHEAE(Lym). A% AHAE(Mono) b J # C [ Ri#E A(Hs-CRP). & BEHEZL
YA, AEIR B . STIRI=PIt x Neu x Mono/Lym. (3) HILi# Lp-PLA2 #&ill: KA AEFRA T 30 min
P .02(2000~3000 rpm, 20 min), WEE BiEWE T EP &, —80°CIRAF# M. KA ANEEABEEE A2 (Lp-
PLA2) ELISA I G (R 5 LA MBI IR A DL IR UL B T4 E . REDIREFE: IIREChRiE S &
FEIURESL, FESFRE S %) IRB(37°C,60min) YEik(S X)) RB7CEYE 15min). 21k G T 450 nm
BT E R (OD ). MRIEFRIE B 2R SRE SRR B, 45 SR T AR RE 135 BRI 45 52 B Lp-PLA2 /KT

2.3. G FEAE

KHL SPSS28.0 5 Graphpad Prism10.0 #H4T 8 G it ot ez &l 22K 80RHEM A B T RITRER,
RBIECE 7 bo) kR . LM TORHEI A LT & RS AR LR 5e, AR 2 kTR . &8
TERME P ALAIATT & IEAS 2040 K Mann-Whitney U 558, A8 A8 kKR K ZHE Lo-
gistic [B1)= 73 #redCoJi () S R PR 3%

3. 58
3.1. FEBEN—RIGKRBIEEEE

AN 313 IR, e O R AR A EC 60.48 £ 10.29, = T AR O AL 57.23 + 14.75,
P ZRA G F R (P <0.05); 6O AL IR 5 (5 L 46.46%, i T3R5l O 2R 1) 28.74%, PIALZE R
BT (P <0.05); 6 Codp 2 A0 v I 975 52 o Ll 64.60%, T2 76 09 2H B4 s L 39 52 5 EE 32.18%,
P ZRA G5 (P < 0.001); 56 Cofoi 2L FRDRE R 53 52 o5 LU 39.38%, i T~ 7t oL i 2L FRT B PR i 52
EE 18.39%, WZHZERASHFEE (P < 0.001); PAEMR. OBE. BMI Z [ ZE R LRI E
X(P>0.05). W% 1.
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Table 1. Comparison of general clinical data between coronary heart disease group and non-coronary heart disease group

F# 1. BmE SRR ORE — R I R R L

A AN =87) EOHAAN = 226) 1Mz P
51 0.116 0.733
% 65 (74.71%) 173 (76.55%)
4 22 (25.29%) 53 (23.45%)
WA 52 8.127 0.004
2 62 (71.26%) 121 (53.54%)
5 25 (28.74%) 105 (46.46%)
Pm s 0.91 0.34
P 72 (82.76%) 176 (77.88%)
3 15 (17.24%) 50 (22.12%)
e ML 26.741 <0.001
& 59 (67.82%) 80 (35.40%)
& 28 (32.18%) 146 (64.60%)
B PR 12.415 <0.001
& 71 (81.61%) 137 (60.62%)
& 16 (18.39%) 89 (39.38%)
(%) 57.23 + 14.75 60.48 + 10.29 -2.204 0.028
BMI (kg/m?) 23.92+4.71 24.11+4.78 -0.311 0.756

E: P<0.05 ZRBFSRIER L.
3.2. BB ENTREREHELE

Xof 7 U9 ZE AN 76 o o 4 1) S5 35 A AR R 3R AT 404, PRI BUN. Sery ALT. AST. TG+ RBC.
Hb. Lym Z RG24 (P >0.05). & 241 HDL-C A 1.18 +0.31, & T A& 0ok 41 1.28 £ 0.41,
P22 R A GE 24 (P < 0.05); O TC N 5.00+ 1.14, & T AR ORI 438 +£1.37, HAER
A G E (P < 0.001); ECIRALN LDL-C N 2.94 (2.42, 3.46), & TAERE R4 2.48 (1.62, 3.58),
P22 AT GE 24 (P < 0.05); b OB AL WBC A 8.88 (7.02, 10.79), = T-AE Lo 4L 7.96 (5.48,
11.62), WHZEFA LRI FE X (P <0.05); 4L Plt A 218.73 £57.41, AR ORI 195.86 =
5571, WHZEFA SRR (P < 0.05); wOAR Neu A 6.31 (4.75, 8.44), mTHER LA 5.09
(3.66,7.23), MAHERAH G L(P <0.05); EOALH Mono A 0.43 (0.34,0.57), & T AEC 4L
0.36(0.22,0.52), MZHERA SR L (P <0.001); s CoiZH) Hs-CRP 4 9.78 (5.51,21.58), =1k
LR 8.34 (5.18, 12.73), WA ERA G2 X (P < 0.05); mbCWZHE Lp-PLA2 iy 246.32 (193.80,
297.50), TR CIRALRT 201.25 (153.61,260.49), A ZERA G55 X (P<0.001); 7w CoEZH 1 SIRI
N 317.23(178.73,601.30), /& 3R CoR 41 217.95 (101.47,314.11), B2H 2 5545 48t 24 (P < 0.001).
W2 2.

3.3. MEBENZER Logistic B #r
TEZ K Z Logistic [EIVHGHTHT, XN & B REIAT 2 BILLME2E, SR RETENTT
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ZIK P F(VIF)JE A 1.033~1.377, %2 (Tolerance) i [N 0.726~0.968, A HR T I £ 11 1) & by e
(VIF <5, Tolerance > 0.2), $&/ni M rpOANAAE B0 0 2 B 2L 2Rt 1) 0, &% [81 U3 R B TH 45 AR e nT 5E . LA
F 15 ORI A AR B (AR ORI 04 TRECHoRAIRAE 1), [FIRFgI NI bL i 0 3 2 R bR W)
MR, miLE . BERFE . F#. Lp-PLA2. TC. HDL-C. LDL-C. WBC. SIIRI. Hs-CRP, #{TZ K%K
Logistic [B 95041, 458 B/REIMEOR = 4.320, P < 0.001). #EPE(OR = 2.146, P = 0.043). E#¥(OR =
1.028, P =0.027). Lp-PLA2 (OR = 1.008, P =0.004). TC (OR =1.414,P=0.017). HDL-C (OR =0.354,P =
0.021) SIIRI(OR =1.145,P=0.022). Hs-CRP (OR =1.041, P =0.007)#2 & Lok ST F2mi R K . WL 3.

Table 2. Comparison of laboratory data between coronary heart disease group and non-coronary heart disease group

2. BURESIEE OREASEERERIREILR

s e LR LLN = 87) VI (N = 226) Phtlz P

Lp-PLA2 201.25 (153.61; 260.49) 246.32 (193.80; 297.50) -5.078  <0.001
BUN (mmol/L) 5.98 (4.13; 8.11) 5.45 (4.61; 6.62) -0.952  0.341
Scr (umol/L) 69.60 (49.80; 86.05) 66.20 (55.02; 74.38) —0.772 0.44
ALT (U/L) 27.00 (17.00; 40.00) 25.00 (18.25; 38.00) -0.021  0.983
AST (U/L) 35.00 (19.50; 55.00) 29.00 (22.00; 52.50) 0277 0.782
TG (mmol/L) 2.25 (1.06; 3.28) 1.65 (1.14; 2.73) -1212 0225
TC (mmol/L) 438+137 500+ 1.14 —4.053  <0.001
HDL-C (mmol/L) 1.28 +0.41 1.18 £0.31 2.45 0.015
LDL-C (mmol/L) 2.48 (1.62; 3.58) 2.94 (2.42; 3.46) -2.348  0.019
WBC (x10°/L) 7.96 (5.48; 11.62) 8.88 (7.02; 10.79) -2.156  0.031
RBC (x10'%/L) 4.97+0.93 4.93+0.53 0.373 0.709
Hb (g/L) 147.66 + 20.92 150.00 + 15.56 -1.078  0.282

Pt (x10%L) 195.86 + 55.71 218.73 +57.41 -3.183  0.002
Neu (x10%/L) 5.09 (3.66; 7.23) 6.31 (4.75; 8.44) -3.417  0.001
Lym (x10%/L) 1.73 (1.23; 2.52) 1.73 (1.28; 2.33) -0.233  0.816
Mono (x10%/L) 0.36 (0.22; 0.52) 0.43 (0.34; 0.57) -3.76  <0.001
SIIRI 217.95 (101.47; 314.11) 317.23 (178.73; 601.30) -4.829  <0.001
Hs-CRP (mg/L) 8.34 (5.18; 12.73) 9.78 (5.51; 21.58) 2493 0.013

Table 3. Multivariate logistic regression analysis of coronary heart disease group and non-coronary heart disease group

% 3. BORESIEROFRBER S EE Logistic @YA5 4T

AR B SE Wald P OR 95% CI B VIF
WA st 0.582 0.338 2.972 0.085 1789 0923 3468  0.906 1.103
o i 1.463 0.317 21.321  <0.001 432 2321 8.038  0.939 1.065
B PR 0.763 0.378 4.086 0.043 2.146 1.023 4498  0.925 1.081
(%) 0.028 0.013 4.891 0.027 1.028 1.003  1.054  0.944 1.06
Lp-PLA2 0.008 0.003 8.193 0.004 1.008 1.002  1.013 0.85 1.177
TC (mmol/L) 0.346 0.145 5.711 0.017 1.414 1.064 1878  0.726 1.377
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HDL-C (mmol/L) —1.038 0.448 5.364 0.021 0.354 0.147 0.853 0.968 1.033

LDL-C (mmol/L) 0.014 0.184 0.006 0.939 1.014 0.707 1.454 0.732 1.367

WBC (X109/L) 0.014 0.05 0.076 0.782 1.014 0.919 1.118 0.887 1.128
SIIRI 0.136 0.059 5.223 0.022 1.145 1.019 1.286 0.866 1.155
Hs-CRP (mg/L) 0.04 0.015 7313 0.007 1.041 1.011  1.071  0.959 1.043

4. it

AHF 7B 0 B 04T, BRI T Lp-PLA2 5 SIIRI 786 R 2 Wi i A . S5 EoR, Ol
AT Lp-PLA2 A1 SIIRI KPR & TR Ol 4, 2 RIZ Logistic [51J5 73 H ik S5 9 3 22 9 5k 09 (1) 4k
SRR ER . XL IR, Lp-PLA2 F1 SIIRI {F 943 il s W IfiL 8 Ja) 340 S 0 A1 4 B 9% SRR I A4
PrEY, TEL O IR AR R R R AR .

4.1. 55 R ERAIIE

AW RIUE T AR G fa R R AT O R A I EEAE . Z2RE Logistic BIASMT R, &
JE(OR = 4.320, P <0.001). #EJRHK(OR =2.146, P = 0.043). 4F#(OR = 1.028, P = 0.027) & 7tk LI [ JH ST 65
BRI 2K, T 2 G 2R B EI FE(OR = 0.354, P = 0.021) 2R3 R & . iX B84 5 5 [ P 4 KRR AT 99 2
WEGREE—S8], WiF T AR AR EA RIGFFRRNME, RESRTH AR EY e T n] FEIA.
EAERRE, TR (K2R 5 AR A A SRR TE R R b R 2R, HIEZ R
BT R AR N AR, e S DR R R SR 2R v B AR R R A G, TRdE— Pt S .

4.2. Lp-PLA2 5B /DHHIX R

KA AL R BN, O Lp-PLA2 /KPR 3E & TR O 2H(P < 0.001), £ [KIF Logistic [F1/H 7347
WESZ Lp-PLA2 J2 56 L9 A 57 fE [ K 25 (OR = 1.008, P = 0.004). fEAAUEBAE, 1% OR AE 2 M 2v B 5
/N, IX 5 Lp-PLA2 [f1TH AL (ng/mL) HHAH ¢ . #7 LA 10 ng/mL 907 B i1+ 5, OR {H %974 1.083 (1.0081°
~ 1.083), HP%&:FE 10 ng/mL, e /Codp A U3 N2 8.3% . IR I Lp-PLA2 7K-Fr] A IEH Va1 150
ng/mL F & 25600 B 1) 300 ng/mL LA E, RFAUKHIINZ) 27.7% (1.0081°° =~ 1.277), {hHA RE K
PR o X — RIS AT 4518 — 3. Zhang Z5[91%F 1056 {51 53 RS BT I AT 78 & B, Lp-PLA2 /K-FBf
5 76k ik A% S B0 B N iR, AESE Lp-PLA2 X e O B RAFHIZ Wi (8 . Kostovska 25[10]7E H2xid
R GUEIR T Lp-PLA2 4O MUVERE 7 1 R/ BRI VE AL, 48 Lp-PLA2 i@ H R EEES 53
ok s R AR Ak BB (R AN A RS B AL R . E4h, Mourouzis Z5[11HIWFFE R B, Lp-PLA2 /KFTHiE 5 M
D B s A0 2 IR A FE A S AH G, gk — 20 SCRPHAE TR O AR WL R EAE A . iR iEdR LR,
Lp-PLA2 {E NI S5 (RE e PR B4, 1556k O (1) R AR B IR OG, AR AL Rt — 2D SR T IX— M R

4.3. SIIRI 5@ LMERX R

AW AR R, e O SIIRI K23 TR O 2H(P < 0.001), 2 [AI 5 Logistic [B1JH 43 H1iE
S STIRT A2 76 Lo FI AT fG 6 R 25 (OR = 1.145, P = 0.022), 487~ SIIRI &7 100 AN FA7, kLo s X
B3 14.5%. SHRIAVERN—Fgi B SOREFa 4L, FHIbm Wl T WA 2 488 JORE ol PRk 4 p vk B0 s
PN A SORE IR OR,  FRAZ A AR T E O S B R AE e G, R RO S R s AR AR
AW, T bk E G T PR B e S B D RE R P [12]. Muheeb 28131850 BL,  SIRI 7E S L
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FAE B BT R, B OIUEAER SR EANSE. Liu 26141500 REA 2 G0 0PAN T 2R Gl st
PR PR (B, 48 R BT TR OB R AT B, (5L TR F) 008 AT A8 5 o L i
SR ELIGPRS: BMISE . ATITIS SIRT B Tt LS, 4555 FABIS 80, #IESE T SIRI
55 Lo PO VA o O PR )

4.4. Lp-PLA2 5 SIIRI 7E5& /LR 744 P RO i EMNE

Lp-PLA2 5 SIRI 7353 \ASRI4ERE S e 1 Zh Kok FERE AL 1) SORE IR BRI R o Lp-PLA2 2 2 S I 5 J5)
PR AR SC RAESNL, 10 STIRT St 12 B (1 B JRE R 48 RAIRAS o I AT RE S 1 Bl K ot PR
MR PN M AN R SO B A Bk SO RS T R R AR v B SORE LA L (R i L e A B 5
G, RTINS FR ER KRR SN o ASHIE T AR P A O R BT SE R R, RIS DAL AT RESR
SEAH R AORE RS S . R, HKE A IN Lp-PLA2 I SIIRT RJ BEAC A — 45 bn 5 4 7 1 S5 e 28 5 (1) A A4 %
RE AT, TR e N PR U 4 SRS HE A VP A5 TR RORWEFE Tt — 2D 3 P (A T A% P AL
T A ek L5 IS TOUUASE R o 48 A7

4.5. IsRBEX 5 RRY

AR R EE IRV E . Lp-PLA2 A1 SIIRI HJr il & #0 M ke 3K45, BA LA, ff
FE AR . XHF Lp-PLA2 Al SIIRT /K-8 5 THm (K B, AR o O AEE AT BE, itk —
AT RS PP AT R T T SR, BT AW S Wi dert, Mg AR R, BIRGIRTRAERT
EPERT T st — P IHIE .

K FAFAELL N R PR 28—, ARBFFA R OB B, FEARSEAMAEXA IR, 7T BeE e IR B,
WL T 2 0 KREEARRIRTIEMER O —PIE. 3, REZRREERIE T FE~ESGR T
2, BT AR AR TR IR R (W F R L Ve o )2 . 2 50 BB K25 RGN A3, AT REXT &5
FEAE—E R R =, AT ROC M2k 73 vl Lp-PLA2 Al SIIRI 2K 8Re, AR KB F ik —
SR P A R B2 WA E

Zx PR, Lp-PLA2 #1 SIRI 7E56 0 B # h R E T, e OmsL Gl R, nrE R0
I A IV AE AR b

B
AT AR T h BE R PR A AR B R DA 2 LI L [HE 5 . KYLL2025(18)024], Fir A & B k01 %%
BEREFEA.

E&ImHE
52 1y B2 2 Rl B A SF 2 B BTG & JE 4 B30 H (2024GLLH0480).
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